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and by hypertensive encephalopathy. The path-
ological hallmark of this state is fibrinoid
necrosis of arterioles (see later). These special
features appear to depend on the rapid de-
velopment of a very high blood pressure. Unless
treated, patients with malignant hypertension
usually die within six months or so, but fre-
quently the blood pressure can be reduced by
anti-hypertensive drugs, and the outlook is
then greatly improved.

Benign and malignant hypertension should
not be regarded as unrelated conditions. Malig-
nant hypertension supervenes in a small pro-
portion of cases of benign essential hyperten-
sion although more often it arises apparently de
novo, i.e. without evidence of preceding benign
hypertension.

Changes in the blood vessels

Changes develop in arterial vessels of all sizes
as a result of hypertension. In the larger
arteries, from the aorta down to vessels of
about 1 mm diameter, the changes are wide-
spread, and are termed hypertensive arterio-
sclerosis. Changes in the vessels below this
size, i.e. in the smallest arteries and arterioles,
tend to affect especially the small vessels of the
viscera, and in particular those of the kidneys.
The changes occurring in the larger arteries are
of the same nature in all types of hypertension,
but those in the smaller vessels, particularly the
arterioles, are different in benign and malig-
nant types of hypertension, and require separ-
ate descriptions.

Large and middle-sized arteries. The vascular
changes in hypertension, uncomplicated by the
arterial lesions common in the aged, are most
readily studied in young patients with high
blood pressure secondary to renal disease. In the
early stages they consist mainly of hypertrophy
of smooth muscle and elastic fibres. In the
aorta, there is increase in both of these ele-
ments in the media. In muscular arteries the
increase is mainly in the circular muscle of the
media (Fig. 14.13) but also in the longitudinal
muscle fibres of the intima (Fig. 14.1, p. 361);
the internal elastic lamina becomes thickened,
and very often new laminae are formed to-
wards the intima (Fig. 14.14). In longstanding
hypertension, which is usually of benign
essential type, these hypertrophic changes give
way to fibrous replacement of muscle and the

Fig. 14.13 Section of hypertrophied radial artery,
from a case of chronic glomerulonephritis in a young
subject, showing hypertrophy of the media. (Myocytes
appear black.) x 140.

elastic tissue may break up and undergo partial
absorption. The arterial walls are thickened
and of increased rigidity, the lumen is dilated
(Fig. 14.15) and the vessels are often elongated
and tortuous. In the aorta, there is increase in
the elastic and fibrous tissue of the media. In
the muscular arteries, the media is thickened
and fibrosed with patchy loss of smooth muscle,

Fig. 14.14 Another section of the same artery as in
Fig. 14.13, showing increase of elastic tissue formed
by replication of the internal elastic lamina. (Elastic
tissue appears black.) x 120.